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v Infiltrating urothelial carcinoma with divergent differentiation
- With squamous cell differentiation
- With glandular differentiation
- With trophoblastic differentiation

v Nested, including large nested

v Microcystic

v Micropapillary

v Lymphoepithelioma-like

v Plasmacytoid/signet ring cell/diffuse

v/ Sarcomatoid

v Giant cell

v Poorly differentiated

v Lipid-rich

v Clear cell

v Tumours of Mullerian origin

v/ Tumours arising in a bladder diverticulum
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GENOMIC PATHOLOGY : GAME CHANGER FOR
UROTHELIAL CARCINOMA TREATMENT DECISIONS

SHUYA KANDORI axp HIROYUKI NISHIYAMA
Department of Urology, Faculty of Medicine, University of Tsukuba, Ibaraki, Japan.

Abstract :

In addition to chemotherapy, immune checkpoint inhibitors (ICI) and molecular targeted therapy are now
being used to treat patients with locally advanced or metastatic urothelial carcinoma (UC), and there are
ongoing clinical trials of these therapies for patients with non-muscle-invasive bladder cancer (NMIBC) or
muscle-invasive bladder cancer (MIBC). In light of this diversification of treatments for patients with UC,
the optimization of treatment decisions will be an important task for clinicians. Research regarding
genomic abnormalities and the transcriptome in UC is quite active, as are the developments of
next-generation sequencing technologies. Genomic pathology, which adds genomic information to
pathological information, will contribute towards improvements in medical care for patients with UC. The
expected clinical applications of genomic pathology include the ability to predict prognoses and patients'
drug sensitivity, improvements in treatment selections, and the development of new drugs. Based on the
findings of genomic pathology, a consensus molecular classification has been proposed, and an additional
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challenge concerns how to apply that classification to precision medicine. Recent studies have
demonstrated that it is possible to detect targetable mutations and predict residual tumors in patients with
UC by conducting an analysis of circulating tumor DNA from a liquid biopsy. This technology may help
clinicians determine the indications and select the appropriate systemic therapies. Genomic pathology will
thus become a game changer for treatment decisions regarding UC.  (Nishinihon J. Urol. 84 : 214-219, 2022)
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